Herpes zoster infection (HZI) occurs as a result from previous exposure to varicella zoster virus and the disease recurred at later onset of life when patient are in immunocompromised state. The manifestation can be varies and in fact can involve all parts of dermatome distribution. We present a case of HZI involving the second division of trigeminal nerve which involved danger triangle of face that resolved after one week of intravenous acyclovir.
Introduction
Herpes zoster infection (HZI) involving the maxillary division of trigeminal nerve is a rare condition. 1 It is an acute infection viral disease that characterized by inflammation of dorsal root ganglion or extra medullary cranial nerve ganglia that associated with vesicular eruptions of the skin or mucous membrane in an area supplied by the affected nerve. 2 It occurs due to reactivation of varicella zoster virus (VZV) which lies dormant in the sensory ganglia after previous episode of chicken pox. 3 It usually affects the middle-aged and elderly who is in immunocompromised state especially the one with underlying diseases such as human immunodeficiency virus (HIV), leukemia, diabetes mellitus, malignancy as well as patient who had physical trauma, surgical stress, immunosuppressive therapy or radiation therapy. 4 Pathognomonic features of the disease are painful unilateral vesicular rash, usually confined to distribution of sensory nerve. Thoracolumbar trunk is the most commonly affected 5 , especially T3 to L3. With regards to maxillofacial regions, trigeminal nerve is the most commonly involved, followed by glossopharyngeal and hypoglossal nerve. Ophthalmic dermatome is the most commonly affected, while the maxillary and mandibular dermatome involvements are less common.
6
Case report A 21-year-old healthy Malay lady, presented with rashes at right side of face 4 days prior to admission. It was preceded with pain over right eye and right upper gum one day prior. The rash started with papules ( Figure 1 ) which then become vesicles and later on erupted into pustules. She denied of otalgia or facial asymmetry. Apart from that, she also had dysphagia to solid but still able to tolerate soft diet. There was no rash elsewhere. She sought treatment at clinic nearby at day 2 of illness whereby she was prescribed with tablet acyclovir 200 mg 5 times daily together with acyclovir cream for local application, painkiller and antihistamine, unfortunately the lesions was getting worse. Due to worsening condition, she went to emergency department. On examination, she was alert and conscious. Her vital signs were stable. There were erythematous patches involving right side of face along the right maxillary nerve distribution. There were few vesicles ( Figure 2 ) and pustules involving mainly the right upper lip, right nose particularly the dorsum and right vestibules with crusting within (Figure 3 ). The right upper lip was swollen. Besides that, there was eye redness; however there was no mucopurulent discharge or blurring of vision. Oropharyngeal examination revealed whitish lesion over right hard palate and soft palate. Her facial nerve was intact. Otoscopic examinations were unremarkable. The diagnosis of herpes zoster of right maxillary branch was established and she was started with intravenous acyclovir 500 mg thrice daily, vaseline as emollient, tablet diclofenac 50 mg thrice daily and tablet loratadine once daily. Her condition gradually improving and the lesion responded well to treatment and started to dry up ( Figure 4) . She was discharged home at day 7 of admission. Upon follow up 3 weeks later, the lesion and pain had completely resolved, however only minimal scarring remained ( Figure 5 ) together with mild itchiness.
Discussion:
VZV is the virus responsible for chicken pox in childhood. 7 Upon resolution of the primary varicella infection, the remaining provirus segments travelled from the sensory nerve endings up and finally lodged in the cranial or dorsal root ganglia. Those viral fragments will then reside in neuronal or satellite cell nuclei, whereby they are protected from antibody that persist in circulation as a result of primary infection. This theory explained why herpes zoster usually affects the sensory ganglia and its dermatomal distribution. 1 The virus remain latent inside the neuronal nucleus and does not multiply, however it can revert to an infectious state at any time especially when cellmediated immunity dropped.
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The risk factor such as stressful condition is likely the cause of VZV reactivation as at that time, she was sitting for her final exam. Generally, other potential risk factors for VZV reactivation includes prior VZV exposure (chicken pox), elderly, immunocompromised condition, immunosuppressive drugs, HIV/ acquired immune deficiency syndrome (AIDS), bone marrow or organ transplantation, cancer, chronic steroid therapy and trauma. 8 The diagnosis of herpes zoster is made clinically based on presence of prodromal pain, itching and typical zoster rashes. 8 The prodromal pain usually begin 4 days to 2 weeks before the lesion appeared, which at times associated with paraesthesia at the region that will become zoster-affected dermatome. The pain could be either intermittent, throbbing, burning or shooting pain.
9 Some of them experienced abnormal skin sensations such as tingling, dysesthesia and itching as well.
10
Typical zoster rashes usually appeared proximally and then only spread to the affected dermatome. Initially, the lesions appear as erythematous papules, and then gradually turn to vesicles within 12 to 24 hours. 8 The vesicles later become pustules in about 3 days and forming scabs 7 to 10 days later 10 , which is demonstrated in our case. The most significant complication of HZI is post herpetic neuralgia. Others include motor nerve palsy, optic neuropathy, blindness, encephalitis and facial scarring. 5 Besides that, complications such as alveolar bone necrosis and rapid tooth exfoliation has been reported when there is involvement of either maxillary or mandibular division of trigeminal nerve.
5
In this case, she only had minimal facial scarring.
Generally, HZI related pain resolves after about 90 days for many patients suffering it, unfortunately approximately 20% of them will have post herpetic neuralgia, which defined as pain persist for more than 3 months after rash had healed which requiring long term pain management. 11 Given the incidence rate, all patients post HZI should be followed up for at least 3 months onwards after the rash settled. The treatment of HZI includes prompt initiation of antiviral treatment and adequate analgesic agents. Antivirals of choice are acyclovir, famciclovir or valacyclovir. 12 This patient had been started with oral and topical acyclovir two days earlier, however the lesion get worsening. This could be due to high viral load at that time and oral acyclovir not that effective as compared to intravenous acyclovir. This could have been true as after the usage of intravenous acyclovir, the lesion started to dry up. A study was done by Bean at el, showing the effectiveness of intravenous acyclovir in treating acute herpes zoster 13 , however so far there is no study comparing effectiveness oral versus intravenous acyclovir in treating HZI in the literature. Apart from that, with the involvement of the lesion at the danger triangle of face in this case, more aggressive treatment with intravenous antiviral agent was given to prevent life-threatening cavernous sinus thrombosis.
14
There has been reported case of HZI which causes orbital abscess and superior orbital fissure syndrome as well as cavernous sinus thrombosis. 15 These antiviral agents can reduce the duration of viral shedding, fastening rash healing, reducing severity and duration of acute pain, as well as reduce risk of progression to post herpetic neuralgia when taken early in the course of infection.
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Aggressive treatment of HZI with antiviral drugs, glucocorticoid, opioid and non-opioid analgesics is recommended to prevent post herpetic neuralgia as these can reduce viral replications, inflammation and pain elimination respectively 17 , thus conservative management is not advisable though it is known to be non-contagious and selflimiting.
Conclusion:
Herpes zoster infection is a potential life threatening infection if there is delayed treatment such as when it involve danger triangle of face. Clinician has to recognize the early features of herpes zoster infection and provide prompt antiviral therapy to prevent the complications.
